salt-loading tests were performed in 20 hypertensive and 31 normotensive subjects. During the following 5 half-hour collection periods both water and salt excretion by the hypertensive subjects was higher than by the normotensive ones. The diuretic response was much more prolonged and more pronounced than the saluretic response and appears to be a primary response to the salt load, characteristic of the hypertensive state. The increased salt excretion is in part to be explained as the consequence of the increased water excretion. At moderate flow rates a salt-retaining mechanism could be demonstrated which is that usually follow the salt load. 
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N ABNORMALITY in the renal excretion A of salt in the hypertensive state has been assumed for many years. It has been claimed by some authors that salt retention is a basic physiologic disturbance of the hypertensive state." 2 On the other hand, more recent reports indicate that hypertensive patients in the early stages of their disease and animals with experimental hypertension tend to excrete salt during acute experiments more rapidly than do normal subjects.- '5 Most of these experiments have been carried out under conditions of increased urinary flow after oral or intravenous administration of large amounts of fluid, intravenous administration of hypertonic salt solutions, or osinotic diuresis caused by mannitol given intravenously. Since the rate of urinary flow may influence the rate of excretion of solutes,16-20 it appeared to us that the excretion of salt in the hypertensive as compared with I he normal state could be evaluated only in tetrms of the simultaneous excretion of water.
In the following study the differences in the excretion of both water and salt after acn intravenous load of hypertonic saline be- administration of hypertonic saline. The excretion of sodium and chloride was also higher in the hypertensive group than in the normal subjects. However, this difference was less pronounced than the difference in water excretion, and was significant only during the first 2 collection periods after infusion (table  1) . In order to find out if the excretion of salt is related to the rate of urinary flow in the same way in both groups of subjects, the excretion of sodium and of chloride was plotted against the corresponding urinary flow. Separate analyses were made for the hypertensive and the normotensive subjects. Only the 2 periods immediately following the end of the sodium chloride infusion were chosen because the effect of secondary compensatory mechanisms might subsequently obscure the relationships (figs. 1 
and 2).
For the plotting a method was chosen that is based onl the work of Dole : It seems reasonable therefore to assume that the renal response of hypertensive subjects to the various experimental stimuli is primarily one of increased urinary output, and that the increase in salt excretion is, at least in part, the consequence of the increased rate of urinary flow. Moreover, it is possible that the more rapid excretion of salt is an additional, separate expression of the same regulatory mechanism that causes the increased diuretic response in hypertensive subjects. The basic physiologic mechanism causing increased diuresis and-directly or indirectly-increased saluresis may be a reaction to the overexpansion of the extracellular fluid space. This mechanism, then, appears to be brought into action more readily in the hypertensive than in the normotensive state.
In contrast to the increased salt excretion under conditions causing high rates of urinary flow, our figures show that at moderate or low flow rates-below 2 ml. per minute-the hypertensive subjects excreted less salt than did the normotensive subjects at the same rates of flow. This phenomenon indicates a more complete tubular reabsorption of salt in the hypertensive subjects and may be a, manifestation of the postulated salt retaining mechanism in the hypertensive state. As can be seen from our data, this mechanism is apparent only at low or moderate flow rates; under experimental conditions leading to high rates of urinary flow, it is abolished or obscured by the increased saluresis accompanying the increased diuresis.
A comprehensive description of the behavior of hypertensive subjects, as compared with normotensive ones, would therefore have to include their increased diuretic and saluretic response to salt and fluid loads, as well as a relative salt retention. The increased diuresis appears to be a more coiistant and a more pronounced feature than the increased salt excretion. The relative salt retention beconies manifest only at urinary flow rates up to al)out 2 ml. per minute and becomes WATER AND SALT EXCRETION IN HYPERTENSION obscured under conditions causing higher rates of urinary flow.
SUMMARY
In acute salt-loading experiments, hypertensive subjects excreted both water and salt at significantly higher rates than normal subjects. The difference in the diuretic response was greater and more pronounced than the difference in the saluretic response.
This increased salt excretion by hypertensive subjects may be explained in part as the consequence of the increased rate of water excretion, and in part as the direct effect of a regulatory mechanism, which causes both diuresis and saluresis and which is more active in the hypertensive state.
Although the hypertensive subjects as a group excreted salt more rapidly than did the normotensive ones, at lower rates of urinary flow, up to about 2 ml. per minute, the salt excretion by the hypertensive subjects was less than by the normotensive ones. This observation is interpreted as the manifestation of a "salt-retaining mechanism" in the hypertensive state, which becomes obscured under conditions causing increased diuresis. The author reviews the evidence for the complementary roles of thrombogenic and mechanical factors in atherosclerosis. The mechanical hypothesis is that impairment of the elasticity or flexibility of an artery must lead to the structural disorganization that is seen in atherosclerosis. Atheroma results from the tearing and destruction of tissues resulting from the thickening and loss of elasticity of the intima. Arterial narrowing results from mural thrombosis formation followed by endothelial proliferation and incorporation in the wall becoming a fibrous thickening of the intima. One result is a loss of elasticity and flexibility and, in the case of large areas, dilatation of the vessel. Intimal hemorrhage, frequently found when carefully sought, provides support for the mechanical hypothesis, since it indicates that the forces disrupting the intima are active in living tissues. Many of the fatty changes of atherosclerosis according to this hypothesis are the products of hemorrhages or thrombi. But intimal damage also results in reduced tissue pressure at the points of loosening with resultant drawing of lipid-rich body fluids into these spaces. The genesis of atherosclerosis is thus traced from initial damage to the vessel wall, thrombosis, intimal thickening, and further vascular disruption. The dangers of atherosclerosis result from loss of control of the factors in blood or tissue that regulate thrombosis. KURLAND
